In chronic renal failure derangements of calcium and parathyroid hormone are commonl. About 20% of patients show evidence of ectopic calcification, affecting principally the vascular tree, soft tissues2 and cardiac valves3. We report here a case of ectopic calcification affecting the duodenum and jejunum.
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CASE HISTORY
A woman aged 36 was admitted as an emergency with colicky left upper quadrant pain and nausea. She was afebrile, and on abdominal examination there was no tenderness. Fifteen months previously she had undergone cadaveric renal transplantation for end-stage renal disease (chronic pyelonephritis), the donor organ being sited in the right lower quadrant. Before transplantation renal replacement therapy had been by continuous ambulatory peritoneal dialysis for 12 years. 6 years before transplantation she was noted to be hyperparathyroid (parathyroid hormone 100IU/L) and thereafter she was treated with phosphatebinding agents and alfacalcidol. Eight months after renal transplantation she underwent total parathyroidectomy with single gland autotransplantation to the forearm. At the time of emergency admission laboratory investigations were as follows: normal full blood count and amylase, creatinine 86 iimol/L, calcium 2.53 mmol/L and parathyroid hor- The patient was managed conservatively and the pain resolved over the ensuing 48 hours. She has had no recurrence of the abdominal pain and was symptom-free nine months after admission. COMMENT We have found only two previous cases of ectopic calcification affecting the gastrointestinal tract. One patient had primary hyperparathyroidism4 and the other patient secondary hyperparathyroidism5. In both cases ectopic calcification of the gastric wall was an incidental finding at the time of isotope bone scanning. In the patient described here we cannot say whether the calcification was responsible for the pain, but we speculate that the fine network of calcification seen throughout the duodenum and jejunum led to impairment of mechanical function and abdominal pain as a consequence of non-distensibility.
Pneumococcal endocarditis, pneumonia and meningitis complicated by necrosis of a limb
A Weir MRCP D Lam MB BS M Wansbrough-Jones MSc FRCP J R Soc Med 1998; 91:431-432 Streptococcus pneumoniae is one of the most important bacterial pathogens in man. We report an uncommon complication of pneumococcal infection limb necrosis due to peripheral embolism.
CASE HISTORY
A woman of 58 was brought to our hospital after her family found her collapsed at home. She had felt unwell for a week and had lost her appetite; two days earlier she had had a rigor. On the morning of her collapse she had complained of nausea and headache.
She was febrile and comatose (Glasgow coma scale 6/15). On chest auscultation there were bilateral crackles and wheeze. She had a leukocytosis and a chest radiograph showed right upper lobe consolidation. Cerebrospinal fluid, obtained after a normal computed tomographic brain scan, had a low glucose concentration and a raised neutrophil count (500 cells/mL); Gram-positive cocci were seen. Sepsis with pneumonia and meningitis was diagnosed and cefotaxime was administered. The patient became increasingly hypotensive, hypoxic and acidotic. She was transferred to the intensive care unit where she was ventilated.
Over the next three days she required inotropic support and haemofiltration. Despite adequate atrial pressures her cardiac index remained low. On the fifth day a lesion appeared on her left foot (Figure 1) . The posterior tibial pulse was palpable; the lesion overlay the dorsalis pedis. Transthoracic echocardiography showed a large mass attached to the aortic valve, consistent with a vegetation. There was moderate aortic regurgitation. S. pneumoniae, fully sensitive to penicillin, grew from blood, sputum and cerebrospinal fluid. Her antibiotic regimen was changed to benzylpenicillin as monotherapy.
By the seventh day of her illness the patient was well enough to be moved out of intensive care. However, signs of aortic regurgitation grew more pronounced and firstdegree heart block developed. On day thirteen acute pulmonary oedema ensued, and the aortic valve was replaced with a St Jude mechanical prosthesis. The native valve was grossly regurgitant and the non-coronary leaflet had been destroyed. There was an aortic root abscess and the anterior leaflet of the mitral valve had a hole, which was repaired.
Biopsy of the skin lesion showed necrotic epidermis and upper dermis. An ultrasound examination revealed 
